A case of chronic infection of the nasal mucosae, sinuses and conjunctivae with a microsporidian parasite in association with HIV infection and immune deficiency is reported. This microsporidian resembles both Encephalitozoon cuniculi and the newly described Encephalitozoon hellem by electron microscopy. This occurred in an adult male resident in the UK with no history of foreign travel. Although there are previous descriptions of conjunctival infections from the USA, this is the first description of infection of the nasal epithelium. Further studies are underway to classify this protozoan.
to oval organisms within the cytoplasm demonstrated by Giemsa staining (fig 1) . These organisms measured approximately 1 pim in diameter, were gram positive and did not stain with either PAS or Grocott stains. These light microscopic appearances were those of a protozoan infection of the nasal mucosa. Comeal and nasal specimens were also examined by electron microscopy. This showed a species of encephalitozoon infecting both epithelia. A full description of the ultrastructure is being published separately. '4 In January 1991 the patient developed AIDS dementia complex with spastic paraparesis of the legs and memory loss. Repeat CT and MRI showed dilatation of third and lateral ventricles, generalised involutional change and high signal material filling the nasal airway ( fig  2) .
By May 1991 nasal obstruction and discharge were again problematic with multiple nasal polyps present on examination. Further polypectomy was therefore performed. In view of the observation of some degree ofresponse of intestinal microsporidiosis to oral albendazole (Blanshard C, personal communication) therapy with this agent was instituted. Albendazole 400 mg bd was given for one month and obliquely oriented coronal CT was performed to demonstrate the nasal airway and sinuses pre- (fig 3) and post-(fig 4) We have therefore described a man with HIV infection and immune deficiency who has an opportunistic infection of the cornea, conjunctiva and nasal mucosae with a microsporidian parasite similar to Encephalitozoon cuniculi and Encephalitozoon hellem. He has also radiological, computed tomographic and magnetic resonance imaging evidence of opacification of the maxillary antra, ethmoid and sphenoid sinuses unresponsive to conventional antibacterial therapy or nasal polypectomy, presumably caused by infection with the same organism. Late in the course of his microsporidian infection there was clear com-Chronic microsporidian infection of the nasal mucosae, sinuses and conjunctivae in HIV disease travelled outside the UK. We know that Encephalitozoon cuniculi can spread horizontally among mammals via contaminated excretal6 and one could postulate domestic animals as a source of this patient's infection. This subject's symptoms of ocular and nasal infection were first noted up to 2 years prior to demonstration of his microsporidial infection. This symptom complex developed relatively early in the course of his immune deficiency, in parallel with symptoms of systemic HIV disease at a time when his CD4 count was of the order of 0-200 x 1O9/1. We found encephalitozoon easy to demonstrate by Giemsa stains or electron microscopy once suitable tissue specimens were obtained.
This case report extends the known tissue tropism of these organisms. This case appears to be a rarity, but precise definition of the frequency of microsporidial upper respiratory tract infection may depend on the development of serological assays. This in turn may depend upon propagation of such organisms and currently protozoa derived from the patient's polypectomy specimens are growing in tissue culture (Canning E U, personal communication). This man's infection appeared to respond well to albendazole. Encephalitozoon may be overlooked using light microscopy with certain stains and electron microscopy is at present vital in identification. 
